Introduction
Apical dyskinesia can be distinguished from inferior and anterior dyskinesia. Inferior and anterior dyskinetic areas on left ventriculograms have been related to electrocardiographic signs of inferior and anterior infarction (Gunnar et al., 1967;  Hugenholtz, Forkner and Levine, 1961) . However, a similar comparison has not been made for apical dyskinesia, although vectorcardiographic studies have suggested that a superior clockwise Q loop with diminished anterior forces in the left sagittal plane is typical of apical infarction (Recke, Dacians and Rudolph, 1978) . In view of the widespread use of 12-lead electrocardiography a study was recorded, and when necessary digital vectorcardiograms were displayed (Talbot et al., 1976 (Talbot et al., , 1978 Electrocardiographic evidence of inferior infarction was found in 40 patients with apical dyskinesia and similar evidence of anterior infarction was found in 18 patients (10 patients had both anterior and inferior infarction patterns). Despite the predominance of inferior infarction patterns the left anterior descending coronary artery was involved as frequently as the right (Table 1) . Single right coronary artery disease was present in 8, and isolated left anterior descending coronary artery disease in 6 patients. Double vessel disease was present in 12 patients in all of whom the left anterior descending coronary artery was involved; in only 2 of these patients was the circumflex coronary artery involved. However, the majority of the patients with isolated apical dyskinesia had triple vessel disease (18) ( Table 1) .
Left main stem disease is rarely associated with dyskinesia at rest and therefore not surprisingly was unusual in the entire group. Four patients with double or triple vessel disease and apical dyskinesia (Lepeschkin, 1979) , no definite evidence for this association could be found because the range of variation of the long axis of the ventricle was limited. The anterior infarction patterns in association with apical dyskinesia could be due to superior angulation of the apex, but rotation forwards of the apex is also possible. It is well known that left anterior hemiblock may develop during acute anterior infarction, probably owing to septal infarction. Although patients with overt left anterior hemiblock were excluded from this study, lesser degrees of left axis deviation could have been due to conduction defects. Then the association of horizontal axis and apical dyskinesia even in association with inferior dyskinesia could be due to associated and unknown septal infarction; such conduction defects might abbreviate anterior forces and so anterior infarction patterns would be more easily produced.
Although the authors have stressed the appearance of anterior infarction patterns in many patients with apical dyskinesia (even in the absence of anterior dyskinesia) and their association with horizontal electrical axes, Q waves in all of the leads V1 to V4 were always associated with anterior dyskinesia.
The apex appears to be a watershed between the blood supply of the 3 coronary vessels. In view of the usual right coronary dominance in man apical infarction is usually due to right and/or left anterior descending coronary artery disease. Presumably, either single vessel disease associated with inadequate or delayed collateral circulation from the other coronary arteries may produce such apical infarction and thus dyskinesia.
